Beer and Quastel (1) showed that alcohol exercised marked inhibitions of potassium-stimulated rat brain cortex respiration at the concentration of 0.6 M which affected but little the unstimulated respiration of rat brain cortex slices incubated in glucose-phosphate-Ringer media. The alcohol, however, have little or no inhibitory effects on rat brain mitochondrial respiration incubated in the optimal media for oxidative phos phorylation.
The mitochondrial fraction were prepared from rat whole brain as described previously (2). Oxygen consumption was measured by the conventional Warburg's method. DNP or ethylalcohol had no effects on the respiration of brain mitochondria when incubated in a complete medium containing 6.7 mm MgSO4i 20 mm sodium phosphate buffer at pH 7.4, 2 mm disodium ATP, 33 mm KCI, 500 pg cytochrome c, 6.7 mm sodium pyruvate, 0.67 mm sodium malate and 0.3 mm NAD in a volume of 3 ml. On the other hand, when brain mitochondria were incubated in a simple medium which contained 50 mm KCI, 20 mm tris-buffer at pH 7.4, 6.7 mm MgSO4, 6.7 mm sodium pyruvate and 0.67 mm sodium malate, the addition of DNP increased the respiration remarkably, although the control respiration in this medium was less than that in a complete medium. The respiration stimulated by the addition of DNP in a simple medium was inhibited significantly by the addition of ethylalcohol at the concentrations which affected but little the unstimulated brain mito chondrial respiration as shown in Table 1 .
It is suggested that alcohols exercise their inhibitory effects on brain respiration not only at the brain cell membranes but also at the mitochondrial respiration.
